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Influence of inhibiting C5L2 expression on Th17 function

and kidney transplantation acute rejection reaction in mouse model
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[ Abstract]Objective : To explore the influence of inhibiting C5L.2 expression on Th17 function and kidney transplantation acute rejec—
tion reaction in mouse model. Methods . The C5L2 interference adenovirus was constructed ,and injected into kidney transplantation
acute rejection reaction mouse model by tail vein. The change of serum creatinine (Cr) was detected. Th17 related cytokines inter—
leukin (IL) =6 ,1.—17 and tumor necrosis factor (TNF)—y were detected by enzyme-linked immunosorbent assay (ELSA). Kidney
pathological change was detected after 1 weeks. Results : C51.2 interference adenovirus was constructed and injected into kidney
transplantation acute rejection reaction mouse model successfully. In experimental group,the levels of serum Cr decreased,11.-17, 11—
6 and TNF-y were decreased. Conclusion ; C51.2 interference adenovirus can inhibit the function of Th17 cells,and can reduce the
kidney transplantation acute rejection reaction in mouse model.
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Fig.1 Kidney transplantation acute rejection reaction

in mouse model
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Fig.2 Plasmid map and identification by restriction analysis of
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Fig.3 pSES-HUS- C5L2 adenovirus infect the 293 cells
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Tab.1 Change of creatinine in each group(umol/L)

215 EAIPN EKIPN H6K PN
SR (n=5) 37.2+5.1 43.0+6.5 65.2 +10.0
BT B (n=5) 36.8+5.4 39.8+58 96.4 +12.7
25 IR IR (n=5) 38.2+84 41.6+14.7 97.2+12.5

106.6 + 7.7
124.2 + 10.6
1272 +24.4

T2 F g5 = 8.900, Py = 0.004; F " 5 =137.510, P 539 =0.0005 F* 5 cugm =1.690, P sy sy =0.175 3 S5 2755 B XoF BRI 25 11 X6 B2 AH L2

P<0.016; b iZ R ANT SEBRXTFRYE , % Greenhouse—Geisser ( G-G ) Peubf 74 1E )5 153 P

R2 KAMF IL-6 KkFE(pg/mL)
Tab.2 Change of interleukin—6 in each group(pg/mL)

215 EAIPN H3KR %6 K EADN
SR (n=5) 234+2.4 220+45 17.6 £3.9
BT L (n=5) 252+29 24.6+25 25.8+43
25 IR R (n=5) 27.6+3.4 38.2+3.1 39.4+3.8

158 +4.4
244+3.0
28.6 £5.6

T F sy = 31120, P 41 = 0.0005 F ¥ 5 =12.470, Py =0.0005 F 151 i =7-860, P gy i =0.000;a: 5256 20 15 FAPE Xt BR A A2 () BR 20 A0 B 42,

P<0.016; b iZGRANTH FEBR X FRYE , K Greenhouse—Geisser ( G=G ) 31 742 1F J5 1581 P
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R3 KAMA IL-17 K F(pg/mL)
Tab.3 Change of interleukin—17 in each group(pg/mL)

415 50K RPN 56K PN 12K

SEGA (n=5) 124+2.6 106+ 1.8 104+ 1.7 7.8+3.0 8.4+2.3°
BT BEZH (n=5) 12629 13815 11.6+2.2 13.2+2.6 128+1.6
XTI (n=5) 13.2+3.0 12.6 +3.4 13.6+1.7 13.8+1.8 13.4+2.0
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Tab.4 Change of TNF-vy in each group(pg/mL)
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ZE X HRZ (n=5) 23.6+54 22.8+4.4 24.6+23 22.0 4.1 22.6+3.9
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Fig.4 Graft pathological changes in each group
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